a b s t r a c t
We report the acquisition and recall of novel facts by Jon, a young adult with early onset developmental amnesia whose episodic memory is gravely impaired due to selective bilateral hippocampal damage. Jon succeeded in learning some novel facts but compared with a control group his intertrial retention was impaired during acquisition and, except for the most frequently repeated facts, he was also less accurate in correctly sourcing these facts to the experiment. The results further support the hypothesis that despite a severely compromised episodic memory and hippocampal system, there is nevertheless the capacity to accrue semantic knowledge available to recall. © 2008 Elsevier Ltd. All rights reserved.
There is a great deal of controversy about the role of the hippocampus and its surrounding cortices in relation both to the distinction between episodic and semantic memory and, within episodic memory tests, to recognition compared with recall. There is evidence that, unlike recall, both semantic memory and recognition are relatively preserved in patients with selective hippocampal damage (e.g., Aggleton, Vann, Denby, Dix, Mayes, Roberts & Yonelinas; Baddeley, Vargha-Khadem, & Mishkin, 2001 ). But there is also evidence that both semantic memory and recognition are impaired in such patients (e.g., Manns, Hopkins, Reed, Kitchener, & Squire, 2003; Manns, Hopkins, & Squire, 2003; Wixted & Squire, 2004) . The evidence is also mixed when considering other patients with more extensive brain damage that includes damage to the hippocampus. For example, Verfaellie, Koseff, and Alexander (2000) described two adult patients, one of whom had extensive medial temporal lobe damage and largely failed to acquire new semantic knowledge, whereas the other, who had more selective damage to the hippocampus, did acquire new semantic knowledge, though not without impairment. And, in another patient with hippocam- * Corresponding author. Tel.: +44 1782 583667; fax: +44 1782 583387.
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pal damage sustained in adulthood, Holdstock, Mayes, Isaac, Gong, and Roberts (2002) found that neither rapid acquisition of semantic knowledge, which they suggest is hippocampal-dependent, nor the slow acquisition of semantic knowledge, which they suggest is not hippocampal-dependent, was completely normal.
The present study investigated the acquisition of semantic knowledge in another patient, Jon (Vargha-Khadem et al., 1997) . The presumed cause of Jon's neuropathology is hypoxia-ischemia. He was born prematurely at 26 weeks and suffered from severe apnea, requiring incubation as well as positive pressure ventilation. In early adulthood, MRI scans revealed that there was a 50% bilateral reduction in his hippocampus but no apparent damage to the surrounding parahippocampal cortices or to other parts of the brain.
Jon's performance is impaired on formal tests of episodic memory, particularly in recall tests, but unimpaired in formal tests of previously acquired semantic memory knowledge (VarghaKhadem et al., 1997) . In recognition memory, his performance has been mostly unimpaired but not always (see Baddeley et al., 2001; Gardiner, Brandt, Vargha-Khadem, Baddeley, & Mishkin, 2006) . Also, Jon's brain activity in recognition tests, measured by eventrelated potentials (ERPs), did not show the normal late positive component (LPC) associated with recollection but did show an
